support our contention that essential fatty acids themselves could be protective without conversion to prostaglandins, we would like to add the following:
In a recent study Huang et all have shown that aspirin induced gastric haemorrhage can be prevented by gamma linolinic acid (GLA) enriched diet. They have also shown that the concentrations of linoleic acid (LA) were significantly increased, whereas those of arachidonic acid (AA) were decreased in plasma and liver phospholipids of aspirin treated animals fed linoleic acid. This according to Huang et all suggest diminished desaturation and elongation of LA to AA. In addition, they have also shown that treatment with GLA prevented these changes. As they used aspirin in their studies, the question of conversion of GLA to prostaglandins cannot be the mechanism for the protective effect of GLA on aspirin induced gastric haemorrhage as aspirin is a powerful cyclo-oxygenase inhibitor. The results of these experiments also indicate that AA concentrations are low in animals with gastric haemorrhage. Further, it is known that aspirin can block the activity of the enzyme delta-6-desaturase2 which is necessary for the conversion of LA to GLA. This implies that a deficiency of AA and GLA as a result of the decreased activity of delta-6-desaturase may play a crucial role in gastric ulceration and haemorrhage. This does not mean that prostaglandins do not have a role in peptic ulcer disease. We feel that in addition to prostaglandins, the role of essential fatty acids especially that of GLA, AA and EPA in peptic ulcer disease should not be pushed to the background. Further research is needed to prove or disprove our point. 
